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section, there is seen to be a background of fairly firm reddish
tissue, against which rounded and usually yellowish areas stand
out distinctly (Fig. 388). The reddish tissue is found to be vascular
connective tissue, in which no liver colls arc present, but in which
there are numerous bile-duct structures which tend to have a radiate
arrangement. The yellowish nodules are composed of hypertrophied
liver tissue which has escaped destruction. Cases of this kind confirm
the view that the proliferation of the bile-duct epithelium does not
lead in any important degree to regeneration of liver substance.
The condition is of importance as it represents, in a gross and irregu-
larly distributed form, the lesions which occur more gradually and
more generally in cases of cirrhosis.
In fact acute and subacute cytolytic necrosis, nodular hyperplasia
and portal cirrhosis form a series of morbid anatomical changes
differing in extent and rapidity of development, and Jbetween them
intermediate stages are met with. While typical examples of post-
necrotic scarring and portal cirrhosis can be readily distinguished by
the clinical history together with the naked-eye and microscopic
appearances of the liver, we are convinced that examples cannot be
accurately classified unless complete data are available, i.e. the micro-
scopic appearances alone of a portion of liver may be quite inadequate
to establish the true nature of a case. We are satisfied that a very
similar end result may be produced by a variety of causes. The late
results of the epidemic of infective hepatitis in the second world war
have already shown that some cases recovering from massive necrosis
go on to scarring with nodular hyperplasia while others, not regarded
at the time as especially severe, have progressed to a nodular cirrhosis,
some with enlargement and persistent jaundice but others with signs
of portal hypertension. Thus it is impossible to say what proportion
of cases of cirrhosis may have originated in this way. We shall
refer further to this problem in discussing cirrhosis.
The ETIOLOGY of acute idiopathic cytolytic necrosis in man is
obscure, except for its association with virus hepatitis and the known
chemical poisons. Even in the latter cases the very sporadic incidence
amongst those exposed to the risk indicates that factors other than,
mere exposure are concerned. Much new light on the subject has
been provided by the studies of Best, of Gyorgy and Goldblatt and
of Himsworth and Glynn, and others on the effects of deficiency of
protein in the diet. The earlier workers, by variations in the diet,
produced lesions ranging from fatty change to portal cirrhosis but
occasionally zonal or massive necrosis resulted, sometimes fatal, but
sometimes followed by survival to a stage of multiple nodular hyper-
plasia and post-necrotic scarring.
Himsworth and Glynn, by careful controlled experiments, have
shown that the essential feature of necrosis-producing diets in rats
is protein, deficiency superimposed on. depletion of the vitamin E
reserves. In particular a lack of proteins yielding the essential amino-